Difficult diagnoses in back pain
Despite the number of patients who suffer from back pain and the social and economic costs that result, there is frequently a remarkable lack of interest in the problem, and all too often patients are treated without thought to the underlying diagnosis. Back pain is a symptom, not a diagnosis, and each case should be assessed individually. In many cases it is impossible to make a specific diagnosis and we are left with back pain of mechanical cause but an uncertain source of the symptoms. This is called non-specific back pain-a term which admits the difficulties in diagnosis rather than implying knowledge of the underlying problem. It is possible, however, to separate out particular problems from within this morass of back pain, and it is most important to do so, for in these cases a logical treatment programme may offer potential for improved control.
Back pain may arise in the spine from mechanical, inflammatory, metabolic, or neoplastic disorders or be referred from abdominal or pelvic disease. A careful clinical history and physical examination together with blood tests and, when indicated, radiographs and specialised imaging investigations form the basis for the diagnosis.
Diagnosis of a prolapsed intervertebral disc is relatively straightforward. Lumbar spondylosis is more difficult for there is poor correlation between the extent ofradiological degenerative disease and the prevalence of back pain.' Pain may arise from degeneration of the disc or the facet joints. This has been shown by reproducing the pain by injecting saline into the disc2 or facet joint3 under radiological control and then abolishing symptoms by injecting local anaesthetic.
Major fractures of vertebrae, either after trauma or in the osteoporotic spine, are usually an obvious diagnosis based on both the history and the radiographs. Small fractures, however, may occur in the apophysial processes4 and in the trabeculae, particularly around the vertebral end plates,5 and may cause sudden severe episodes of back pain which resolve with a few days' rest. These fractures are difficult if not impossible to recognise in conventional radiographs.
Narrowing ofthe vertebral canal may lead to spinal stenosis. The nerve roots in the cauda equina are tightly packed and the emerging nerve root exits through a shallow lateral recess and may be compressed easily. The patient with this syndrome may develop a characteristic pattern of symptoms with back pain, numbness, and paraesthesiae in the leg, which develop after walking perhaps a few hundred yards. He may be forced to stop and obtains relief after resting for four or five minutes. The pattern ofsymptoms is similar to intermittent claudication, and this often leads to diagnostic confusion. The vertebral canal is wider when the spine is flexed so that symptoms vary, and when walking some patients will squat as if to tie their shoe laces to avoid the embarrassment of appearing to flex their spines forward. The small vertebral canal also increases the risk of developing sciatica from a prolapsed intervertebral disc without any features suggestive of claudication.6 The development of sciatica is due not only to the disc prolapse but also because the patient was already at risk of this problem due to alteration in the shape and use of the vertebral canal. Diagnosis of spinal stenosis has been aided by computed tomography and standard measurements of the dimensions of the vertebral canal.7 Confusion with spinal stenosis syndromes may occur owing to ischaemia of the sciatic nerve. Atheromatous change in the internal iliac artery may lead to sciatic pain with claudicant like symptoms.8
A distinct pattern of back pain occurs in middle aged, usually overweight women, who retain good spinal movements despite florid degenerative changes in radiographs of the spine. They frequently show features of hypermobility in other joints.9 A few may have evidence of Marfan's or Ehlers-Danlos syndrome. The patient is often labelled as neurotic because her severe back pain is combined with excellent spinal movements. It is likely that the pain is a long term consequence ofa mild hypermobility syndrome with premature degenerative changes and perhaps overstretching of spinal ligaments.
Fibrositis is a term used commonly by patients and by physicians for lack of a better diagnostic label. It refers to a syndrome of pain and stiffness in the back usually associated with localised tender areas and even nodules.'0 The nature of these nodules is uncertain as there is no indication for biopsy; certainly there is no inflammation of muscle or collagen fibres. In a recent report Light described 20 patients who developed back pain associated with a tender mass in the inferior lumbar space which lay posterolaterally above the iliac crest. The discomfort was aggravated by exercise and relieved by rest and frequently prevented patients from working, sitting comfortably, or withstanding palpation of the mass. All the patients were physically active and none was obese. In some the mass was thought to be a lipoma, but Light showed that it was retroperitoneal fat which had herniated through a defect in the lumbodorsal fascia." The female pelvis is wider than the male with a larger inferior lumbar space, and this explains the preponderance of women in that study. The patients were treated by surgical excision and repair of the lumbodorsal fascia, and in one patient the excised fat was noted to be gangrenous as a result of strangulation of the blood supply.
Inflammatory, metabolic, and neoplastic causes for back pain are readily recognised. But mild forms of ankylosing spondylitis are frequently misdiagnosed. ' Steroid induced avascular necrosis of bone is found in patients with renal transplants, lupus erythematosus, asthma, glomerulonephritis, peripheral neuritis, sinusitis, pemphigus, GuillainBarre syndrome, head injuries, and those given combination chemotherapy. Progressive pain and restriction of joint movement may be present for several months before radiological evidence of avascular necrosis appears.' Once radiographic changes are present the joint usually collapses, resulting in severe dysfunction and disability.2 3 Until recently the standard treatment has been total prosthetic replacement. Now, however, new techniques for detecting the very early preradiographic changes of avascular necrosis have made biologically oriented joint sparing surgical procedures a practical alternative. Avascular necrosis of bone induced by cortisone was first recognised in 19574 and is one of the most disabling complications of treatment. The femoral head is most often affected, but the process may also damage the head of the humerus, the femoral condyles, the tibial plateau, the talus, and the capitellum. Ihde and De Vita5 estimated that 1 30,1 of patients treated with combination chemotherapy would develop avascular necrosis of bone 20 to 42 months from the onset of treatment having received a total dosage of between 2-1 g and 26 g of prednisolone. Thorn et a16 reviewed the records of 3500 patients with malignant lymphoma and found 12 with avascular necrosis of bone, mostly affecting the hip joint. All but one had received combination chemotherapy including steroids, and the total dosage of steroid varied from 1-4 to 14 95 g of prednisolone.
Deaths in the early months after renal transplantation are usually due to infection-which may be attributable largely to the high steroid dosage.7 To assess the effects of reducing the cumulative steroid dose, Morris carried out a randomised controlled trial of 72 patients, 39 receiving the usual high dose regimen and 33 a new low dose regimen of oral prednisolone, both in combination with azathioprine.7 Patients were followed for at least two years after transplantation. Patient and graft survival was identical in the two groups, and the morbidity associated with steroids was impressively lower in patients receiving a low steroid dose: eight patients on the high dose regimen had developed avascular necrosis of the femoral head after two years compared with only one patient on the low dose regimen. There seemed little justification for continued use of high doses of oral steroids with azathioprine after cadaveric renal transplantation.
Even short courses of high dose corticosteroids may be associated with the development of avascular necrosis of bone. McCluskey and Gutteridge8 reported three patients who developed bilateral avascular necrosis of the femoral and humeral heads seven to 22 months after taking high doses of dexamethasone for 18 to 37 days as prophylaxis against oedema of the central nervous system. Though short courses of high dose dexamethasone are of proved value in patients with malignant brain tumours,9 their value in patients with stroke'0 and head injury'1 is less certain.
Many theories have been advanced to explain why treatment with corticosteroids should predispose to avascular necrosis of bone: fat embolism,12 hypercoagulability,'3 increased intraosseous pressure,'4 and fat cell swelling'5 have all been implicated, but the question remains unresolved.
Early diagnosis
Techniques for early diagnosis and treatment of avascular necrosis have developed from our improved understanding of
